Results. The peroneal nerve was identified without difficulty with US in controls ( Table 1) and patients, using the fibula head as a prominent landmark. Of the 8 patients, 3 (patients 3, 5, and 8) with normal US findings were eventually diagnosed as having causes other than peroneal neuropathy, resulting in footdrop. The remaining 5 patients with peroneal neuropathy all had 1 or more abnormal US parameters. Of these, 4 had etiology related to (5) , 30 to 39 years (5), 40 to 49 years (6), 50 to 59 years (6), 60 to 69 years (5) , and 70 to 79 years (5) . b Ultrasonography data in healthy controls were normally distributed (Shapiro-Wilk test, P Ͼ .05 for all). c Ultrasonography parameters were computed by pooling data from the right and left sides. No correlation was significant for all 4 US parameters with age (Pearson correlation coefficient [r ], P Ͼ .05 for all). Only transverse length was significantly greater in men (unpaired t test, P = .02).
local pressure and leg crossing. In terms of US parameters ( Table 2 and Table 3 ), all 6 limbs with peroneal neuropathy had abnormal area and transverse breadth. In addition, 5 limbs showed abnormal transverse length, but only 2 had abnormal ratios. In comparison, apart from patient 7 (Figure 3 ) with motor conduction block, none of the other patients' NCS results had localizing value. Peroneal neuropathy was supported by EMG examination findings showing denervation in the tibialis anterior and sparing of the other muscles sampled in our protocol.
We found significant negative correlation of peroneal motor amplitude with transverse length (Pearson correlation coefficient, r=−0.66, P=.04) and area (r=−0.63, P=.04). However, no significant correlation was found between superficial peroneal sensory amplitude and all 4 US parameters (PϾ .05 for all).
Comment. The present study demonstrated high sensitivity and specificity of US in relation to electrophysiological techniques. In particular, the area, transverse Abbreviation: Abs, absent responses. a Peroneal motor amplitudes depict responses for ankle (first), fibula neck (second), and popliteal fossa (third) stimulating positions. Based on our laboratory controls of 30 subjects, mean (SD) peroneal motor amplitude was 5.5 (1.5) mV. The lower limit of normality was 2.5 mV. For superficial peroneal sensory nerve conduction studies, the mean (SD) amplitude was 7 (1.5) µV. The lower limit of normality was 4 µV. b Conduction velocity values were obtained between the first/second and second/third stimulating positions. c Values were abnormal with reference to our control values. All patients had needle electromyography sampling, including the tibialis anterior, medial gastrocnemius, vastus lateralis, short head of biceps femoris, and other relevant lower limb muscles. d Only the last value listed was abnormal with reference to our control values. breadth, and transverse length were particularly useful, consistent with previously observed pathological changes of diffuse or focal nerve thickening. 4 As with previous investigators, it was technically difficult to image the peroneal nerve proximal to the fibular head 5 and longitudinally in the popliteal fossa. Hence, we used transverse US scans at the fibula head level, the most common site of abnormality.
Our findings of negative correlation of motor amplitude with transverse length and area supports a relation between morphological nerve swelling in keeping with axon loss (patients 1, 2, and 4) over focal demyelination (patient 7), although both processes may coexist. This was also the experience reported in a study of ulnar elbow neuropathy. 6 In conclusion, we have demonstrated the value of US as a diagnostic adjunct to electrophysiological testing for the localization of peroneal nerve entrapment.
